Foster and Whipple (1-4) have studied the blood fibrin in a number of experimental conditions. They have shown that fibrin is a very labile protein with wide fluctuations due to a variety of stimuli. The site of production is mainly the liver where there is a constant manufacture to supply the continuous utilization in the animal body. Injury to any tissue except the liver causes some increase in the fibrin content of the blood. If the liver is seriously injured a decrease is observed. With mild liver injury there is a rise instead of a fall.
Methods.
All experiments were done on dogs. All operations were done under anesthesia with aseptic technique. The cardiac end of the stomach and pylorus were obstructed by ligation with tape. The jejunum was obstructed by severing the intestine and turning in the cut ends. The hematocrit reading was obtained by centrifuging 10 cc. of blood mixed with 2 cc. of 1.6 per cent sodium oxalate. The 427 fibrin determinations were made on this oxalated plasma by the method of Foster and Whipple (1), The non-protein nitrogen was determined by the method of Folin and Wu (7) and the chloride after the manner suggested by Gettler (8), Successive determinations of plasma fibrin after obstruction of the cardiac end of the stomach are shown in Table I . In each animal there is a marked increase, the fibrin being almost tripled. The fibrin increase parallels quite closely the degree of toxemia as indicated by the level of the non-protein nitrogen of the blood. With obstructions of the pylorus (Table II) the findings are quite similar. The increase here is even more marked and rapid. In three animals the obstruction was released after onset of the toxemia. In two the fibrin level remained high and the animals died. One recovered. In this animal the fibrin fell but did not return to the normal level. In four dogs with the jejunum obstructed there was also an increase in the fibrin level. This was not so marked however as with The very high blood fibrin level observed in this series of animals emphasizes the tissue injury occurring in such conditions. The rise is especially striking after obstruction of the cardiac end of the stomach which we have shown is characterized by a toxemia more serious than that incident to pyloric or high intestinal obstruction.
These findings are of interest also in indicating that hepatic insufficiency is not the cause of death in high gastrointestinal tract obstruction as has been suggested (9) . If there is any liver injury it must be mild since extensive liver injury without exception has been shown to give low values for fibrin.
SUMMARY.
After high gastrointestinal tract obstruction the blood fibrin increases rapidly.
The change is more marked in animals with obstruction of the cardiac end of the stomach.
The rise in fibrin parallels closely the toxemia characteristic of such conditions.
These results indicate that liver insufficiency cannot be the cause of death in such obstructions.
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